Personality and Rheumatoid Arthritis SIR,-I was interested to read Dr. 0. W. Hill's letter (5 June, p. 588) regarding my paper on rheumatoid arthritis and personality (8 May, p. 297) . It extended, it seemed to me, discussion of the implications of the paper more or less in the manner I had pursued it prior to the ever necessary prepublication pruning. It emphasized that musculo-skeletal abnormality is likely to affect personality because the two are so inescapably related.
Dr. Hill suggests that a subnormal index of neuroticism (in rheumatoid arthritics) may mean that these are patients who "suppress their awareness of emotional responsiveness," and within this personality framework Fibrin degradation products are produced in the circulation as a result of reactive fibrinolysis secondary to disseminated intravascular coagulation. Following a severe degree of premature separation of the placenta, the uterus becomes a site of fibrinolytic activity and releases F.D.P. into the venous drainage of the organ.5 Thus the concentration of F.D.P. in the uterine circulation, which determines the onset of uterine atony, may be higher than that in the systemic circulation. The figure shows the serum levels of F.D.P. measured by the hamagglutination inhibition method, following delivery in 11 cases of severe abruptio placentae. As can be seen, the serum F.D.P. levels fall fairly rapidly, elimination occurring partly in the urine.6 Assuming an exponential rate of "decay," the "half life" following delivery appears to be remarkably constant (4-5 hours).
These considerations are important to the management of postpartum coagulation failure. If this is associated with well retracted uterus, postpartum haemorrhage does not occur. If haemorrhage does occur, the treatment should be directed against not only the generalized coagulation defect, but also the local factor in the form of uterine atony (or genital tract laceration). Administration of fibrinolytic inhibitor drugs currently available inhibits further production of F.D.P. but has no effect on F;D.P. already formed. However, following delivery if excessive fibrinolytic activity in the blood is demonstrated by laboratory tests, this implies continued production of F.D.P. (and probably also of plasma kinins) and may indicate the need to administer fibrinolytic inhibitor drugs. The natural clearance mechanism of F.D.P. must be fairly effective as suggested by the relatively short "half life."
The treatment of uterine atony thus appears to be of prime importance, as has been suggested by Mr. Courtney. As uterine atony is probably caused by the direct action of F.D.P. and plasma kinins on myometrial contractility, administration of oxytocic drugs may not be wholly effective in reversing these effects. 
